. Pattern A HIV lymphadenopathy is characterized by large and geographic reactive lymphoid follicles (H&E, original magnification x 40). Inset:Follicle lysis in HIV lymphadenopathy is characterized by an influx of small lymphocytes into thefollicle center (H&E, original magnification X200).
Human immunodeficiency virus (HIV) has a strong tropism for lymphoid tissues, particularly CD4+ T lymphocytes, monocytes, and dendritic cells. In acute HIV infection, the virus migrates to lymphoid organs, where it causes reactive lymphadenitis. Chronic HIV infection is characterized by impairment and destruction of CD4+ T cells and dendritic cells, which leads to a progressive alteration in lymphoid tissue architecture. Different morphologic patterns of lymph node architecture correlate with the evolutionary stages of HIV disease. Three histologic patterns (A, B, and C)1.2 have been described:
• Pattern A, which is seen in acute HIV infection, is characterized by serpiginous and greatly enlarged lymphoid follicles with reactive germinal centers (figure 1). The mantle zone around these follicles is often di-
Figure2. Theinterjollicularspaceinpattern BHIV lymphadenopathy containsaprolif eration ofsmaII blood vessels.Notethegiantcell(arrow) in one of thefollicles (H &E, original magnification X200).
minished or absent. Aggregates of small lymphocytes may focally penetrate into the germinal centers and contribute to their disruption (the so-called follicle lysis) (figure 1, inset). Hemorrhage, monocytes, pale monocytoid B cells, and scattered multinucleated giant cells can be found between follicles.
• Pattern B is seen in subchronic HIV infection. There is effacement of the follicles secondary to a progressive involution of germinal centers, depletion of lymphocytes, accumulation of plasma cells, and excessive interfollicular proliferation of blood vessels (figure 2).
• Pattern C, seen in late acquired immunodeficiency syndrome, is characterized by small or absent follicles with hyalinized "burnt-out" germinal centers ( figure  3) , an almost complete depletion of lymphocytes, an increase in plasma cells, and an excessive proliferation of blood vessels. A finding of these morphologic patterns on a lymph node biopsy, or even on fine-needle aspiration biopsy, is sufficientl y characteristic to render a tentative diagno sis of HIV lymph adenitis.' This diagnosis can be confirmed with a good clinical history or serologic evidence of HIV infection and, if necessar y, a p24 immunohistochemical stain. These patterns can also provide useful information about the stage of the HIV disease and the patient's prognosis. In this era of highly active antiretroviral therapy, however, these patterns may be altered as a result of antiretroviral therapy-related immune reconstitution.' Patients who present with evidence of airwa y obstruction require examination by rigid or flexible laryngobronchoscopy.P Diagnostic imaging-including lateral neck plain films, airway fluoroscopy, computed tomography, magnetic resonance imaging, and barium esophagography-is helpful, but direct visualization is vital.' The choice of treatment depends on the extent of obstruction. Lesions that occupy more than 50% of the glottis almost always require intervention.' Treatment options include endoscopic and open approaches. Endoscopic lysis of lesions, including the less invasive approaches of dilation and laser ablation, may be successful.'? The mainstay of definitive treatment is via an external approach. The choice of specific approach-which may include either thyrotomy with a keel stent, a laryngotracheal reconstruction with a stent, or a single-stage laryngotracheoplastydepends on the type of lesion. Open management options, except for laryngotracheoplasty, may necessitate a tracheotomy.1-3 Some clinicians suggest that open reconstruction provides th e greatest success in achieving an adequate airway while pr eserving adequate vocal production.'
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